Indian Dermatology Online Journal -September-October 2015 -Volume 6 - Issue 5 In NDDH, lesions are morphologically similar to Sweet syndrome and predominantly restricted to the dorsal aspect of the hands that rapidly resolve after systemic corticosteroids and/or dapsone therapy is initiated. [1] Cutaneous pathergy, is a dermatosis-associated feature and occurs when skin lesions appear at sites of cutaneous trauma such as biopsies, injection sites, intravenous catheter placement, venepuncture, insect bites, and cat scratches. [1] Baz et al. reported a case of NDDH that was associated with sarcoidoisis and hepatitis C. [2] Boye et al. reported three cases of NDDH without any localized or systemic triggering factor. [3] DiCaudoand Connolly reported seven cases of NDDH among which bowel disorders and urinary tract infection were considered as possible systemic association. [4] Byun et al. reported a case of NDDH with lip involvement without any systemic feature. [5] In our case, lesion was present unilaterally over the dorsum of left hand, without any systemic association and occurred at
Pronounced skin folds with finger clubbing
Sir, A 34 years unmarried male patient came to the dermatology department with insidious development of very pronounced skin folds over the forehead, between the eyes, and in the nasolabial grooves. Several very noticeable folds (cutis verticis gyrate [ Figure 1 ]) were also evident in the occipital region. Thickened eyelid edges and ptosis were also evident, and the patient's general facial expression was sad. The skin of the hands was rough to touch. The patient's fingers were enlarged and showed evidence of clubbing, and likewise the toes, which in addition had thickened nails [ Figure 2 ]. Routine tests (complete blood count, erythrocyte sedimentation rate, serum electrolytes, blood sugar, blood urea nitrogen, creatinine, uric acid, calcium, phosphorus, liver and thyroid function, lipid profile) revealed no abnormality. Hand radiography showed hyperostosis and periostitis in the metacarpal bones and proximal phalanges and tumefaction of the soft tissues. Chest radiography, electrocardiogram, and computed tomography scan of chest were normal. A skin biopsy of the back of the hand showed a normal epidermis and a thickening of the dermis due to collagen fibers. Based on the clinical, radiological and histopathologic features, we arrived at a diagnosis of pachydermoperiostosis Pachydermoperiostosis also referred to as primary hypertrophic osteoarthropathy is a rare entity. Some of the abnormalities caused by this syndrome were described by Hippocrates in 450 BC and were also observed in skeletons found in Central America around the same time. Primary hypertrophic osteoarthropathy was first described by Friedrich in 1868 as "hyperostosis of the entire skeleton. [1] " In 1890, Pierre Marie defined it as pneumonic hypertrophic osteopathy.
Touraine et al. [2] characterized pachydermoperiostosis as a primary form of hypertrophic osteopathy in 1935 and recognized the disease as inherited with three possible presentations: A complete form that co-occurs with pachydermia and periostosis; an incomplete form without pachydermia; and a forme fruste or minimal form with pachydermia and minimal bone modifications. Pachydermoperiostosis predominates in males. The disease often hereditary is transmitted in autosomal dominant form with incomplete penetrance. However, cases have also been described that are transmitted in autosomal recessive form. Chromosomal abnormalities and a greater incidence of the HLA-B12 antigen have also been detected in these patients. The disease typically appears in infancy and adolescence, progresses for a number of years, and then stabilizes. [3] Pachydermia that affects the face and limbs is the most frequent skin symptom. Patients may also present with seborrhea, acne, folliculitis, dilated pores, hyperhidrosis of the palms and soles, large skin folds, and reduced facial and pubic hair. The clinical picture is of interest because of the importance of distinguishing between the primary pachydermoperiostosis and the secondary form of the disease. Secondary hypertrophic osteoarthropathy is typically preceded by lung disorders (tumors, abscesses, emphysema, bronchiectasias, cystic fibrosis), cardiac disorders (congenital diseases, endocarditis), hepatic processes (cirrhosis, neoplasms), intestinal processes (neoplasms, inflammatory bowel disease, polyposis), and/or thyroid diseases (Graves' disease). Bone lesions in this secondary form are more painful and progress more rapidly, whereas skin changes range from slight to moderate. The prognosis ultimately depends on the underlying disease. Treatment is symptomatic.
Our patient had the complete form of pachydermoperiostosis, since he had hyperostosis, finger clubbing, and pachydermia. 
Kaposi varicelliform eruption
Sir, A 26-year-old man who was being regularly treated for pemphigus vulgaris since two years presented with complaints of continuous high-grade fever since two days and multiple fluid-filled lesions that appeared initially over the face, and later over the chest, back, and limbs. Cutaneous examination showed multiple umbilicated vesicular lesions(a few of them coalesced) over the face with severe facial edema [ Figure 1 ], chest [ Figure 2 ], trunk, and all four limbs along with multiple punched out erosive lesions and a few crusted lesions. Old crusted lesions of pemphigus were present over the scalp with patchy hair loss. The total leucocyte count was 23,000/mm 3 , and liver enzymes were marginally raised. Other investigations were unremarkable. Kaposi varicelliform eruption (KVE) was suspected considering its acute onset, vesicular lesions, fever, and facial edema in a known case of pemphigus on immunosuppressants since two years. Other differentials were flare of underlying pemphigus (as many a times KVE is confused with the underlying disease), and contact irritant dermatitis which was excluded by history taking. Blood culture was negative and pus culture from one of the discharging erosive lesions grew Staphylococcus aureus after 48 h, which was sensitive to the antibiotics we had started. Tzanck smear showed acantholytic cells. Histopathologic examination revealed a subcorneal blister [ Figure 3 ] with hemorrhage, vessel damage, and a mixed inflammatory infiltrate with multinucleated giant cells in the underlying dermis [ Figure 4 ] suggestive of herpes infection. Immunofluorescence was not done due to lack of the facility.
Considering high total counts and clinical condition of the patient, he Was given intravenous acyclovir (10 mg/kg every 8 hourly), piperacillin-tazobactam (4.5 g 6 hourly) and linezolid (600 mg 12 hourly). and continued for 10 days. The patient continued to receive oral prednisolone 10 mg once daily and azathioprine 50 mg twice daily for pemphigus as before. Post treatment, his skin lesions healed with varicelliform scars [ Figure 5 ].
KVE is a potentially life-threatening viral infection caused by herpes simplex virus (HSV) type 1, HSV-2, coxsackievirus A16, or vaccinia virus that occurs over a pre-existing dermatosis. Multiple skin disorders have been associated with KVE, including pemphigus foliaceus, Darier's disease, pemphigus vulgaris, pityriasis rubra pilaris, Hailey-Hailey disease, irritant contact dermatitis, cutaneous T-cell lymphoma, seborrheic dermatitis, psoriasis, Wiskott-Aldrich syndrome, congenital icthyosiform erythroderma, and Sezary syndrome. [1] [2] [3] KVE usually begins as a sudden eruption of painful, edematous clusters of umbilicated vesiculopustules on the skin affected by a pre-existing dermatoses and may be accompanied by a flu-like syndrome. The vesiculopustules progress to painful hemorrhagic, crusted, punched-out erosions that coalesce to form denuded areas that are prone to secondary bacterial colonization. [4] The upper body is the most common site of infection, with a predilection for the head and neck. [1] In some
